of acute cellulitis of the gastric walls which resolves without formation of pus is an important addition to the clinical picture of the disease." According to Morton and Stabins (1928) Kauffman (1929) states that " purulent gastritis (circumscribed abscess forming and diffuse phlegmonous) as a primary condition is rare. The author saw it in drinkers; in a forty-three year old man, the phlegmon was confined to the cardia and was followed by peritonitis. Streptococci were found. Every loss of substance of the mucosa permits pyogenic organisms to enter the submucosa. Innumerable pin-head metastatic Suppuration of the wall extends to the musculature and the abscess may perforate the serosa. In true phlegmonous gastritis the submucosa remains the chief localisation of diffuse, purulent or fibrino-purulent inflammations, but abscess formation may also take place. Should the condition progress to the serosa, peritonitis is the result. The mucosa may show haemorrhages, erosions, necroses and branny fibrin deposits. The gastric wall may be 1 to 1*5 cms. thick. Ackermann saw pyelophlebitic abscesses of the liver as a complication.
Phlegmons may accompany an ulcerating carcinoma, more rarely a simple ulcer or eschars, and have been observed in severe pyaemic infections." It is worth noting that similar conditions have been reported in the intestinal tract, two being published recently by Irwin and McDonald (1931) , who give an excellent resum^ of past cases.
The following is a report of seven cases of acute phlegmonous gastritis, two of which made good recoveries:? Case I. J. C., set. 35 years, a railwayman, was admitted to Ward 5 on 25th February, 1934 , suffering from severe haematemesis. For four years he had suffered from peptic ulceration which had apparently remained unaffected by medical treatment, and for the previous year he had been losing much weight. Haematemesis ceased soon after admission but melaena continued and slighter haematemesis recurred at intervals till his death on 19th March, 1934, about Thoracic organs showed no abnormality. The peritoneal cavity showed many adhesions of long standing around the pylorus of the stomach. On the posterior wall of the first part of the duodenum was a chronic ulcer measuring marked fibrous induration was present in and around the base of the ulcer. Running across the base in a vertical direction was the gastro-duodenal artery with an erosion present in it, from which blood was expressed upon slight pressure. The fibrous infiltration extended into the pyloric region causing a slight degree of stenosis, but the index finger could be passed through the pyloric ring. The stomach was enlarged, very pale, and its wall showed a diffuse, sponge-like thickening which had all the appearances of oedema of the submucosa. Slightly turbid fluid was expressed from the cut surface on pressure. This condition extended throughout the whole organ from the cardiac to the pyloric sphincters but did not spread into the duodenum. Except for the presence of some altered blood in the intestines, all the other abdominal organs were normal, but showed marked exsanguination.
Microscopical examination of the stomach wall and duodenal ulcer was carried out with hsemalum and eosin and Gram's stains. The ulcer showed the typical appearances of very chronic ulceration, the fibrosis being a very marked feature. Although sections were taken from various parts of the ulcer, no signs of an acute infective process spreading from its base were seen. The gastro-duodenal artery showed complete erosion into its lumen at one part, with a feeble attempt at thrombus formation in the neighbourhood. Section of the stomach wall showed in the submucous layer a thick infiltration of polymorphonuclear neutrophil cells, many of which showed degenerative changes. In many places the polymorphs were emeshed in fibrin and this was well-marked around the vessels, many of which showed necrosis of their walls and thrombus formation in their interior. The affected area of the stomach was found to be a submucous abscess which had formed around the embedded piece of bone, communicating at this area with the interior of the stomach. The veins in the affected area were thrombosed, the thrombi containing large numbers of polymorphonuclear cells (Fig. 3) Phlegmonous gastritis is almost invariably misdiagnosed before operation except in the very few cases where the patient, following the attack of epigastric pain, vomits some bloodstained pus due to the abscess having ruptured into the interior of the stomach. The vomiting of blood-stained mucoid material instead of frank pus in one of our cases and in that of Marshall (1935) , is to be noted. Both of these cases, moreover, were ones which had not gone on to the advanced purulent stage of the condition and were, rather, cases of acute cellulitis without abscess formation. Marshall thinks that the vomiting of mucus and blood without any acid secretion is due to the acute inflammation of the mucosa abolishing its function.
The main symptom is epigastric pain which is severe and burning in character, and usually causes the condition to be diagnosed as a perforated peptic ulcer. This pain appears, however, to be by no means an invariable symptom and also varies markedly in its severity, being probably only of the typical "burning" character when the peritoneal surface is involved. In one of our cases the condition was a terminal event in a patient with a bleeding duodenal ulcer and was unassociated with any pain.
Vomiting may be marked at the beginning of the condition, but is said to cease after a few days because of toxic paralysis of the muscle coats of the stomach.
In most cases there is a long history of preceding gastric disturbance. In many cases this is due to peptic ulceration, but in others to chronic gastritis. Sundberg (1919) , in his series of seventeen cases, found that there was always a history of chronic gastritis, and that 25 per cent of these gave a history of chronic alcoholism. The onset of the condition in one of our cases following a drunken debauch should be noted. More acute gastric disturbance, such as pain after food, vomiting and general gastric upset often precede the fulminating symptoms and is probably due to the process spreading in the stomach wall.
In the more subacute forms of the condition, as in the localized type, the terminal stage of the disease may be one of liver abscesses following pylephlebitis suppurativa, and in such cases the marked epigastric pain, jaundice and high temperature make the picture very like that of suppurative cholecystitis.
Pathology.
There is freqently a diffuse peritonitis present and the organism found on culture is streptococcus hwmolyticus by itself or with B. Coli or staphylococcus. Pneumococcus has been described and appeared to be the organism in one of our cases. The stomach wall in the typical advanced case has lost its shiny appearance, being covered with a thin layer of fibrin; and through it there 277 is seen a yellow coloration due to the pus beneath. The organ has a thickened feeling which I have only found simulated by very hypertrophied jejunum. It is entirely unlike gastric cirrhosis or linitus plastica, in which conditions the firm, infiltrated and frequently nodular feel of the gastric wall is entirely unlike the thickened but very plastic wall of acute phlegmon. On sectioning the wall a layer of thick cheesy-pus is found in the submucous coat. This is usually thickest at the pyloric antrum, and whereas it fades off towards the fundus, becomes sharply demarcated from normal tissue at the pyloric ring which forms a barrier to its spread. These appearances are, however, liable to variation and the above description represents only the very advanced fatal stage of the condition.
At (Fig. 4) .
Discussion.
The seven cases here recorded show some very important features. Phlegmonous gastritis or, as I would prefer to call it, acute cellulitis of the stomach, is not the invariably fatal condition it was once thought to be. Two of our cases and that described by Marshall (1935) (1921, 1923, 1930) and his co-workers on the bacteriology of peptic ulcer and the elective localization of bacteria, there has been a tendency to extend their results to include other allied conditions. Hematogenous infection is sometimes held as a cause of phlegmonous gastritis. In many cases no breach of the mucosa can be found on careful examination.
More positive evidence than this has been brought forward, however. During an epidemic of puerperal fever in Prague, Dittrich (1922) 
